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2R OREEE (3232) : Pathological characteristics of non-alcoholic steatohepatitis (NASH)
and primary biliary cirrhosis (PBC) were examined. Obese female NASH patients of the
older age have a tendency to show PBC-mimicking biliary damages, portal inflammation as
well as autoantibodies. Similar pathological changes were observed in older aged female
NASH mice model. In contrast, NASH features were not observed in any PBC model mice.
In visceral fat of NASH mice model, TNF-« or IL6-positive macrophages aggregation was
detected. In drug-induced liver injury mice model, estrogen pretreatment reduced
inflammatory severity, while progesterone pretreatment enhanced it. We hypothesized that
effects of inflammatory cytokines in the obesity women were enhanced by hormonal
imbalance, and easy to cause biliary damages and portal inflammation.
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54 cases showing NASH with or without autoimmune features
collected from several hospitals in Toyama, Japan

NASH with autoimmune features { common NASH)
26 case (28cases)
Clinical Dx. 21 cases :AlH susp.

4 cases: PBC susp.

1 case: AIH-PBC overlap. Susp.

Sex:Male : Female 5:21 (16:12)
Age: 60.4%10.3 (49.9% 15.8)
GOT: 68 £43 (672 32)
GPT: 84t 72 {119+ 113)
ANA: 23/26 cases >x80 (8 cases >x320)

AMA: 6/26 cases positive

Obesity: 23/26 cases

Other metabolic features: DM, HT, RA, etc
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